A case offatal cardiomyopathy presenting in the puerperiun is described. Despite extensive investigation and post-mortem examination no aetiological factor was found. The diagnosis of specific peri-partwn cardiomyopathy is discussed.
We accept Brigden's (W. Brigden, I969, personal communication) term peri-partum cardiomyopathy, because some cases present before, others after delivery. We define this as primary myocardial disease occurring for the first time in the last trimester of pregnancy or the first trimester after delivery in the absence of pre-eclamptic toxaemia, hypertension, or any other known heart disease. If all cases without previous documented medical examinations, all cases with hypertension and albuminuria, and all cases with a significant infective illness are excluded, only 2 fully documented cases have been described in white women (Case 2 of Brown et al., I967; Muller and Bonard, I968) . Four further cases have been mentioned in reviews (Bridgen, I957; Goodwin et al., I96I) .
Less rigidly defined post-partum heart disease has been reported frequently in negroes (Meadows, I960; Seftel and Susser, 196I; Pierce, Price, and Joyce, I963; Walsh et al., I965; Stuart, I968) and also in Ceylonese (Nagaratnam and Somasundram, 1965) and Saudi-Arabians (Perrine, I967 The electrocardiogram showed left axis deviation, low voltage QRS complexes, and inverted T waves in V2-V6 (Fig. 2) . The chest x-ray showed an increase in size of the heart compared with the previous film (Fig. 3) .
Right heart catheterization showed a raised 'wedge' pressure, suggesting left ventricular failure, and raised pulmonary artery, right atrial, and right ventricular end-diastolic pressures, confirming right ventricular failure. The pu- Arterial oxygen saturation (assumed) 97 per cent Pulmonary arterial oxygen saturation 37 per cent AV oxygen difference= 13-4 ml.II00 ml.
Oxygen uptake =214 ml./min./sq. m. Cardiac index = I-6 L/min./sq. m.
FIG. 3 Chest x-ray on 9 September I968.
Cardiothoracic ratio IS5:2_5 cm.
monary arterial oxygen saturation and cardiac output were low (Table) . There was no evidence of pericardial effusion. Left heart catheterization and angiocardiography were not carried out because of the patient's condition.
Investigations Haemoglobin I4-6 g./Ioo ml. White blood cell count 9,700/cu. mm., with a normal differential count and film. Eosinophil count 3go/cu. mm. ESR 2 mm. in first hour.
Lupus erythematosus cells negative. Antinuclear factor negative. Rheumatoid factor negative. Myocardial immunofluorescent antibodies negative.
Immunoglobulins normal (IgA 275 mg./IoO ml., IgG 960 mg./ioo ml., IgM 130 mg./Ico ml.).
Serum proteins: albumin 4-1 g./ioo ml., globulin 2-9 g./Ioo ml.; electrophoresis normal. group.bmj.com on June 24, 2017 -Published by http://heart.bmj.com/ Downloaded from heart disease in negroes (Seftel and Susser, I96I; Walsh et al., I965) . In the present patient there were no clinical signs of thiamine deficiency, the cardiac output was low, and the pyruvate tolerance test was within the expected limits for a patient in congestive heart failure (Joiner, McArdle, and Thompson, I950).
Bashour and Winchell (i954) described a patient who recovered from heart failure associated with left bundle-branch block presenting after the administration of sulphonamides in the puerperium. They considered that the heart failure could be attributed either to the post-partum state or to sulphonamides. In most other reports sulphonamide hypersensitivity myocarditis has either been an incidental finding at necropsy (French and Weller, I942;  Simon, I943; Gore and Saphir, 1947) or has produced a transient episode of cardiac failure associated with a clinically obvious hypersensitivity reaction, a peripheral blood eosinophilia, and electrocardiographic evidence of conduction defects (Lilienfeld, Hochstein, and Weiss, I95o; MacSearraigh and Patel, I968) . Two cases of fatal heart failure following sulphonamide administration were described by Blanchard and Mertens (I958) . Both patients had fever, but no other sign of hypersensitivity, both had coexisting ischaemic heart disease, and both, like all the other post-mortem cases of sulphonamide myocarditis, had an extensive eosinophilic infiltration of the myocardium. The present patient had no fever, no rash attributable to sulphonamide hypersensitivity, and no peripheral blood eosinophilia. The post-mortem appearance was unlike that of the previously described cases of sulphonamide myocarditis.
In our definition of peri-partum cardiomyopathy we have excluded cases of heart failure associated with pre-eclamptic toxaemia or eclampsia. This association has been frequently described (Szekely and Brigden (I964; I969, personal communication) and Brown et al. (I967) have suggested that some of the patients developing heart failure due to primary myocardial disease during or after pregnancy have pre-existing but hitherto unrecognized heart disease. Many of Brigden's cases were found on careful inquiry to have either a family history of heart disease, or evidence of asymptomatic heart disease from a previous medical examination, x-ray, or electrocardiogram. In our case, there was no family history, and no evidence of heart disease during her pregnancy.
The cause of peri-partum cardiomyopathy is unlikely to be elucidated until further cases have been described and their common features identified.
